Methods: Mouse macrophage cell line (RAW264.7) was exposed to SiO 2 (50 μg/cm 2 , 2-5 μm). ciR-008885 and miR-30C level were evaluated using quantitative real-time PCR (qRT-PCR) as well as FISH. LRRC8D protein level and the macrophage marker were detected by Western Blot and immunocytochemistry. siRNA was applied to specifically knock-down Lrrc8d in L929, combined with MTT and Flow cytometry to explore the functional change induced by SiO 2 .
Results: After exposure to SiO 2 , ciR-008885 expression was increased in a time-dependent manner, while LRRC8D protein level was up-regulated simultaneously, indicating a link between ciR-008885 and LRRC8D. Moreover, anti-miR-30C up-regulated LRRC8D protein, which was abolished by ciR-008885-siRNA, indicating that ciR-008885 regulated LRRC8D via ceRNA mechanism. Moreover, SiO 2 exposure induced decrease of the migration and cell apoptosis, which were reversed by knock-down of LRRC8D, confirming the role of LRRC8D in functional change induced by SiO 2 .
Conclusion: Our data suggested a link between ciR-008885/miR-30C/LRRC8D axis and macrophage activation in silicosis, thereby providing new insight into the potential use of LRRC8D in the development of novel therapeutic avenues for silicosis. Background and Aims: Worldwide millions deaths occur each year due to air pollution, of which 25% are caused by respiratory diseases. Air pollution contributes to an increase in morbidity and the number of exacerbations in patients with respiratory pathology. Suspended particulate matter (SPM) is one of the main criteria of air pollution. The relationship between microsized SPM and a high risk of development and progression of respiratory diseases, including asthma, chronic obstructive pulmonary disease, fibrosis and lung cancer, has been established. The aim of the study was to reveal the features of the fractional composition of SPM of the atmospheric surface layer in two districts of Vladivostok with different levels of technogenic pollution.
Methods: Air samples were collected in two districts of Vladivostok with high (unfavorable area, UA) and insignificant (favourable area, FA) technogenic pollution. The collection was carried out into the liquid absorption medium using an electric aspirator and simultaneously on the filter. The analysis of dispersion was conduct by laser granulometry and the calculation of SPM mass concentration. SPM was divided into the size ranges (0-0.1 μm, 0.1-1 μm, 1-2.5 μm and 2.5-10 μm) according to the mechanisms of pathophysiological effect.
Results: The ultrafine particles are found in the air of UA. Levels of SPM with aerodynamic diameter of 0.1-1 μm and 1-2.5 μm in the air of UA was 5 times (P = 0.04) and 2.7 times (P = 0.003) higher respectively than in FA. These particles reach bronchioles and settle in the lung alveoli. The concentration of SPM with aerodynamic diameter of 2.5-10 μm in the air of UA was 3.3 times (P = 0.00004) higher than FA. These particles settle on the trachea and bronchi epithelium resulting in mucous membrane irritation.
Conclusion:
The air of UA is characterized by the presence of the ultrafine particles and a higher concentration of particles of respirable and tracheobronchial fractions. Methods: By permission of the authorities, we conducted intratracheal instillation studies of cross-linked soluble polyacrylate which employees used in order to examine its pulmonary toxicity. F344 rats were received intratracheal instillation at 0.2 or 1 mg of cross-linked soluble polyacrylate with respirable size in aqueous solution. Cell analysis, chemokines in bronchoalveolar lavage fluid (BALF) and histology of lung tissue were analyzed at three days, one week, one month, three months and six months after the instillation.
Results: Both the 0.2 and the 1.0 mg cross-linked soluble polyacrylate groups showed a transient increase in the total cell and neutrophil counts in the BALF and in the expression of cytokine-induced neutrophil chemoattractant (CINC)-1, CINC-2, chemokine for neutrophil, and heme oxygenase-1 (HO-1) as an oxidative stress marker, in the BALF. Histology of lung tissue showed pulmonary fibrosis following persistent remarkable inflammation.
Conclusion: According to our results suggest that cross-linked soluble polyacrylate has high pulmonary toxicity through pulmonary inflammation as an endpoint of toxic endpoints. 
